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The protective effect of ultrashort wave on pulmonary arteriole wall in rabbits with acute lung injury ZHOU
Shu-hua”* , JIANG Xiao-yan, YANG Zhao-hui, WANG Qian, HUANG Qing-hua. * Department of Rehabilitation Medi-
cine, Xiehe Hospital, Tongji Medical College, Huazhong University of Science and Technology, Wuhan 430022, China

[ Abstract] Objective  To observe whether the ultrashort wave therapy has protective effects on the arteriole in
acute lung injury( ALI) induced by endotoxin,and to study the underlying mechanisms. Methods FEighteen rabbits
were used and divided into three groups randomly: group A, the rabbits were intravenously injected with Sml of 0. 9%
saline and served as the control group. Group B, ALI were induced by intravenous injection of endotoxin (0. 7mg/kg.
body weight) in the rabbits,who were then treated with 30min of ultrashort wave diathermy once daily for one week after
the injection. Group C, the rabbits were not given any treatment after the intravenous injection of endotoxin, and ob-
servd for one week. All groups of the rabbits were sacrificed by injection of 50ml air at the predetermined time point.
The sections of the lung samples were stained by NADPH-d after embedded in 40g/L polymethanal and observed under
microscope. Results In group A the endothelium of pulmonary vessels were smooth, the vascular walls were deeply
stained by NADPH-d. The endothelial cells and smooth muscle cells distributed symmetrically. There were no differences
between group B and the control group in staining, distribution of endothelial cells and smooth muscular cells. In group
C, the pulmonary vascular endotheliums were proliferative, the connective tissues under endothelium were edematous
and were deepestly stained by NADPH-d. In the media layer the smooth muscle cells were edematous and proliferative
and the layer thickness were not symmetrical. The vascular cavity become narrow. Image analysis showed that the number
of cells positive for NOS staining were significantly increased in group C when compared with that in group A (P <
0.01). However, there was significant differences between groups B and A in terms of the number of cells positive for
NOS staining (P >0.05). Conclusion Ultrashort wave can significantly reduce the lesion and proliferation of endo-
thelium induced by endotoxin and regulate the activity of NOS and dilate the pulmonary vessels.
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